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Background: Patients with coronary artery disease (CAD) and abnormal glucose regulation (AGR) are at
high risk for subsequent cardiovascular events, underlining the importance of accurate glucometabolic
assessment in clinical practice.
Objective: To investigate different methods to identify glucose disturbances among patients with acute and
stable coronary heart disease.
Methods: Consecutive patients referred to cardiologists were prospectively enrolled at 110 centres in 25
countries (n = 4961). Fasting plasma glucose (FPG) and glycaemia 2 h after a 75-g glucose load were
requested in patients without known glucose abnormalities (n = 3362). Glucose metabolism was classified
according to the World Health Organization and American Diabetes Association (ADA; 1997, 2004) criteria
as normal, impaired fasting glucose (IFG), impaired glucose tolerance (IGT) or diabetes.
Results: Data on FPG and 2-h post-load glycaemia were available for 1867 patients, of whom 870 (47%)
had normal glucose regulation, 87 (5%) had IFG, 591 (32%) had IGT and 319 (17%) had diabetes. If
classification had been based on the ADA criterion from 1997, the proportion of misclassified
(underdiagnosed) patients would have been 39%. The ADA 2004 criterion would have overdiagnosed 8%
and underdiagnosed 33% of the patients, resulting in a total misclassification rate of 41%. For ethical
concerns and practical reasons, oral glucose tolerance test (OGTT) was not conducted in 1495 of eligible
patients. These patients were more often women, had higher age and waist circumference, and were
therefore more likely to have AGR than those who were included. A model based on easily available clinical
and laboratory variables, including FPG, high-density lipoprotein cholesterol, age and the logarithm of
glycated haemoglobin A1c, misclassified 44% of the patients, of whom 18% were overdiagnosed and 26%
were underdiagnosed.
Conclusion: An OGTT is still the most appropriate method for the clinical assessment of glucometabolic status
in patients with coronary heart disease.

A
bnormal glucose regulation (AGR) has serious prognostic
implications in patients with coronary artery disease
(CAD). Established diabetes is associated with impaired

prognosis after myocardial infarction, and more recent evidence
emphasises that the increased risk is already apparent at
modestly raised levels of blood glucose below the present
threshold for diabetes.1 2 Abnormal glucose metabolism is
substantially more common than previously acknowledged
both in patients with acute myocardial infarction3 and in those
with stable CAD.4 Newly detected abnormal glucose tolerance
was recently reported as a strong, independent risk factor for
mortality and morbidity after a myocardial infarction.5 Thus,
available evidence underlines the importance of appropriate
glucometabolic characterisation of patients with CAD.

Substantial discrepancies exist between current recommen-
dations for classification of glucose regulation issued by the
World Health Organization (WHO)6 and the American Diabetes
Association (ADA).7 ADA criteria are based on fasting plasma
glucose (FPG) measurement, whereas both fasting and
glycaemia after a 75-g glucose load are taken into account by
the WHO. To increase the likelihood of detecting patients with
impaired glucose tolerance (IGT) using FPG, ADA in 2004
lowered the threshold for normal fasting plasma glucose from

,6.1 to ,5.6 mmol/l.8 The concordance of the new ADA
criterion with the WHO categories has so far not been compared
in the high-risk population of patients with CAD.

We tested the hypothesis that an oral glucose tolerance test
(OGTT) is still needed for an appropriate classification of
glucose regulation in patients with CAD recruited in the Euro
Heart Survey on Diabetes and the Heart.4

METHODS
Consecutive patients aged .18 years were screened for a
diagnosis of CAD when admitted to the hospital cardiology
wards or visiting outpatient clinics within several weeks
between February 2003 and January 2004 (inclusion time
varying between countries) in 110 centres in 25 countries across
Europe.4 The survey was an observational study and all patients
were assessed, investigated and treated at the discretion of their

Abbreviations: ADA, American Diabetes Association; AGR, abnormal
glucose regulation; CAD, coronary artery disease; FPG, fasting plasma
glucose; HbA1c, glycated haemoglobin A1c; HDL-C, high-density
lipoprotein cholesterol; IFG, impaired fasting glucose; IGT, impaired
glucose tolerance; IGR, impaired glucose regulation; NGR, normal glucose
regulation; OGTT, oral glucose tolerance test; WHO, World Health
Organization
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doctors in charge, according to the usual institutional practice.
Among the 4961 patients with confirmed CAD, 1524 (31%) had
a prior diagnosis of diabetes, whereas 75 (2%) had previously
known impaired fasting glucose (IFG), IGT or were treated with
glucose-lowering drugs (fig 1). The remaining 3362 patients
without known glucometabolic abnormalities eligible for
evaluation of glycaemic regulation are participants for this
study. Data regarding demography, risk factors, medical
history, treatment and clinical status at enrolment, together
with the reason for consultation, test results and the final
diagnosis, were collected for each patient using a web-based
electronic case record form. National requirements for ethical
approval were adhered to.

Definitions
Coronary artery disease: CAD was diagnosed on clinical grounds
supported by at least one objective finding including changes
on the electrocardiogram or abnormal stress tests indicating
myocardial ischaemia or previous myocardial infarction, or
.50% stenosis of lumen diameter of any main coronary artery
as seen on a coronary angiogram. Acute myocardial infarction
was defined according to the present guidelines.9

Glucose concentration: A measurement of FPG was required for
every patient at enrolment or in the morning of the day after
hospital admission. The protocol recommended that all patients
without previously diagnosed diabetes should undergo a
standard OGTT (75 g glucose in 200–250 ml water) in the
morning after overnight fast for at least 10 h, according to the
WHO recommendations.6 The test was to be performed with the
patient in a clinically stable condition, at least 4 days after an
acute coronary event, and within 2 months after the index
consultation.10 Glucose concentrations were measured accord-
ing to local routines, if possible in venous plasma, or else in
capillary plasma or capillary whole blood. All values are
presented as venous plasma glucose using conversion factors
established by the European Diabetes Epidemiology Group.11

All glucometabolic classifications according to the WHO (1999)6

and ADA (1997 and 2004)7 8 criteria were based on the
measurement of FPG before or 2 h after glucose intake to be
reported as normal glucose regulation (NGR), normal fasting
glucose, IFG, IGT or diabetes mellitus. Impaired glucose regulation
(IGR) encompasses IFG and IGT, whereas AGR comprises IGR
and diabetes mellitus. Table 1 outlines the various cut-off limits.

Glycated haemoglobin A1c (HbA1c) was determined in
capillary blood applied on filter paper12 (Boehringer
Mannheim Scandinavian AB, Bromma, Sweden) kept at
220 C̊ until transported to a core laboratory (Department of
Clinical Chemistry, Karolinska University Hospital, Solna,
Sweden). HbA1c was assayed by high-performance liquid
chromatography (Variant II, Bio-Rad) with an established
method compared with the International Federation of Clinical
Chemistry and Laboratory Medicine (IFCC) standard
(r2 = 0.996)13: Swedish HbA1c = 0.9896IFCC HbA1c+0.88%.
The upper normal limit is 5.2% and the coefficients of variation
are 2.2% and 2.6% for HbA1c at the levels 4.5% and 9.2%,
respectively.

Statistical methods
Descriptive statistics were calculated using Statistica V.6.1
(Statsoft). Continuous variables are presented as medians and
quartiles and categorical variables as counts and proportions
(%). No statistical tests were performed for differences in basic
characteristics between the groups. Weighted k,14 the chance-
corrected proportional agreement, was used to measure the
degree of coherence between the OGTT outcome (gold
standard) and the outcome of the ADA 1997 and 2004 criteria
based on FPG. Data were also classified using ordinal logistic
regression: the continuous variables FPG, HbA1c, high-density
lipoprotein cholesterol (HDL-C), triglycerides, systolic and
diastolic blood pressure, body mass index and waist circum-
ference were considered candidate classification variables,
together with the dichotomous variables including previous
myocardial infarction, stroke, hypertension and family history
of diabetes, adjusting for age and sex if necessary. An ordinal
logistic regression (Minitab V.13.32, Minitab Ltd, Coventry,
UK), assuming proportional odds, was applied for the three
classes NGR, IGR and diabetes mellitus.14 All possible combina-
tions of variables were fitted applying 10-fold cross-validation,
and the models were compared with respect to the proportion
of misclassified patients.

RESULTS
Patient characteristics
Table 2 shows the basic characteristics of the 3362 patients. At
least one measurement of FPG was reported for 2605 patients
and an OGTT was performed in 1867 (56%) patients, of whom
909 (49%) were acutely admitted and 958 (51%) were enrolled
following an elective consultation. In 75% of the patients, the
OGTT was performed before hospital discharge (92% of the
acute and 59% of the elective cohorts), in 94% of patients
within 1 month and in all patients within 2 months since
recruitment. Those with higher degrees of glucose intolerance
were older, had higher waist circumference, FPG, HbA1c and
lower HDL-C and were more often diagnosed with heart failure
(table 2).

An OGTT was, by various reasons, not performed in 1495
(44%) of the patients. As can be seen in table 2, these patients
were somewhat older (67 v 64 years), more often women (29%
v 24%) and had a higher waist circumference (men 103 v
99 cm; women 98 v 95 cm) than those who underwent an
OGTT.

Glucometabolic classification
Table 1 details the outcome of glucometabolic classification
according to criteria based on OGTT or FPG. Raised FPG
concentrations >6.1 or >5.6 mmol/l were found in 19%
(n = 358) and 36% (n = 672) of the patients, whereas AGR
recognised by OGTT was present in 53% (997) of all
participants. The proportion of patients with IGT (n = 591)
who had IFG increased from 27% (n = 97) to 35% (n = 206)

Figure 1 Flow chart of the patient population. CAD, coronary artery
disease; CRF, case record form; DM, diabetes mellitus; IGT, impaired
glucose tolerance; IFG, impaired fasting glucose; OGTT, oral glucose
tolerance test.
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Table 1 Glucometabolic classification according to the World Health Organization (oral
glucose tolerance test) and American Diabetes Association criteria (fasting plasma glucose)

WHO criteria, 1999

ADA criteria, 1997

WHO total (%)
Normal
,6.1

IFG
>6.1 and ,7.0

Diabetes
>7.0

NGR 870 (100.0) 0 0 870 (46.6)
IGR (IGT¡IFG) 494 (72.9) 184 (27.1)* 0 678 (36.3)
Diabetes 145 (45.4) 88 (27.6) 86 (27.0) 319 (17.1)
ADA total (%) 1509 (80.8) 272 (14.6) 86 (4.6) 1867 (100.0)

WHO criteria, 1999

ADA criteria, 2004

WHO total (%)
Normal
,5.6

IFG
>5.6 and ,7.0

Diabetes
>7.0

NGR 717 (82.4) 153 (17.6) 0 870 (46.6)
IGR (IFG¡IGT) 385 (56.8) 293 (43.2)� 0 678 (36.3)
Diabetes 93 (29.1) 140 (43.9) 86 (27.0) 319 (17.1)
ADA total (%) 1195 (64.0) 586 (31.4) 86 (4.6) 1867 (100.0)

ADA, American Diabetes Association; FPG, fasting plasma glucose; IFG, impaired fasting glucose; IGT, impaired
glucose tolerance; IGR, impaired glucose regulation; NFG, normal FPG; NGR, normal glucose regulation; WHO, World
Health Organization.
Data are presented as counts and row per cent (%).
*Among those with IFG according to ADA criterion 1997, 87 (32.0%) had IFG only and 97 (35.7%) had IGT and IFG.
�Among those with IFG according to ADA criterion 2004, 109 (18.6%) had IGT only and 97 (16.6%) had IGT and IFG.

Table 2 Basic characteristic of patients

Parameter

OGTT performed (n = 1867)

No OGTT (n = 1495)NGR (n = 870) IGR (n = 678) DM (n = 319) Total

Age (years) 60 (53–70) 66 (56–73) 68 (60–74) 64 (55–72) 67 (58–75)
Men (%) 78 74 75 76 71
BMI (kg/m2) 26.8 (24.6–29.4) 27.5 (25.2–30.1) 27.5 (25.2–30.3) 27.1 (24.9–29.8) 26.7 (24.6–29.3)

Waist circumference (cm)
Men 98 (90–104) 103 (93–106) 100 (94–107) 99 (92–105) 103 (94–103)
Women 94 (84–104) 95 (87–103) 98 (88–104) 95 (86–103) 98 (86–103)

Blood pressure (mm Hg)
Systolic 130 (118–146) 135 (120–150) 134 (120–150) 130 (120–150) 135 (120–150)
Diastolic 80 (70–90) 80 (70–90) 80 (70–90) 80 (70–90) 80 (71–90)

HbA1c (%) 4.6 (4.4–4.9) 4.6 (4.4–5.1) 4.9 (4.6–5.4) 4.6 (4.4–5.1) 4.7 (4.4–5.2)
FPG (mmol/l)* 5.1 (4.7–5.4) 5.4 (4.9–6.1) 6.2 (5.4–7.0) 5.3 (4.80–5.89) 5.9 (5.3–6.9)

Lipids (mmol/l)
Total cholesterol 5.0 (4.3–5.9) 5.2 (4.4–6.1) 4.9 (4.2–5.7) 5.1 (4.3–6.0) 5.2 (4.4–6.1)
HDL-C 1.2 (1.0–1.6) 1.1 (0.9–1.4) 1.1 (0.9–1.3) 1.1 (0.9–1.3) 1.1 (0.9–1.3)
Triglycerides 1.5 (1.1–2.1) 1.6 (1.2–2.1) 1.6 (1.1–2.0) 1.5 (1.1–2.1) 1.6 (1.2,2.1)

Medical history (%)
MI 41 41 39 41 45
Heart failure 12 16 18 15 21
Hypertension 56 63 58 59 60

Treatment on enrolment (%)
b-Blockers 52 52 50 51 63
ACE or ARB 45 48 48 47 49
Diuretics 18 24 23 21 29
Statins 45 45 39 44 60

Final diagnosis (%)
MI Q/non-Q wave 32/18 12/18 37/22 34/19 25/11
Angina unstable or stable 18/32 19/29 19/22 19/29 26/31
Heart failure 15 20 24 18 25

ACE, angiotensin-converting enzyme; ARB, angiotensin receptor blocker; BMI, body mass index; DM, diabetes mellitus; FPG, fasting plasma glucose; HbA1c, glycated
haemoglobin A1c; HDL-C, high-density lipoprotein cholesterol; IGR, impaired glucose regulation; MI, myocardial infarction; NGR, normal glucose regulation; OGTT,
oral glucose tolerance test.
Data are expressed as medians (lower–upper quartiles) unless mentioned otherwise.
*FPB before glucose load when OGTT is performed; in case of no OGTT performed FPG within 24 h since recruitment.
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after the ADA 1997 or ADA 2004 criteria. The agreement
expressed as weighted k was 0.40 (95% confidence interval (CI)
0.36 to 0.44) for ADA 1997 and 0.42 (95% CI 0.38 to 0.46) for
ADA 2004 criteria. The proportion of patients misclassified
(underdiagnosed) on the basis of the ADA 1997 criterion was
39%. Applying the ADA 2004 criterion, 33% of patients
remained underdiagnosed and 8% would have been over-
diagnosed, resulting in a total misclassification rate of 41%.
Figure 2 gives an overview of the prevalence of different
categories of FPG and post-load glycaemia among patients who
underwent an OGTT.

Estimation of glucose abnormalities
From the set of candidate variables, only FPG, HDL-C, age and
the logarithm of HbA1c had an effect on the glucometabolic
categorisation (p,0.20).

The best classification of patients into those with NGR, IGR
or diabetes mellitus by applying ordinal logistic regression was
achieved by the following equation (table 3; standard error
(SE) in brackets): 211.79+1.306FPG (0.096)+0.0356age
(0.006)20.616HDL-C (0.19)+0.816log (HbA1c) (0.60). A
patient was then classified according to the equation (value
in brackets) as having NGR (,22.17), IGR (22.17 to 0) or
diabetes mellitus (.0). The odds of having either IGR or
diabetes mellitus increased by 3.70 (95% CI 3.03 to 4.35) for
each mmol/l increase in FPG, by 2.22 (95% CI 0.72 to 7.14) with
a doubling of HbA1c and by 1.42 (95% CI 1.26 to 1.59) for
adding 10 years of age. The odds decreased by 0.54 (95% CI 0.37
to 0.80) for each mmol/l increase in HDL-C. The weighted k
value was 0.45 (95% CI 0.40 to 0.50)

This model misclassified 44% of the patients, of whom 18%
were overdiagnosed and 26% were underdiagnosed.

DISCUSSION
Our study compared different criteria for the classification of
AGR in patients with CAD and without previously known
glucometabolic disturbances. The major finding was that an
evaluation of glucometabolic status based on fasting glycaemia
only, even after applying the most recent ADA criterion, would
have misclassified 41% of the patients. Moreover, an algorithm
based on easily available clinical and laboratory data was much
too imprecise to be of practical value.

Our survey of a large number of people with a wide range of
acute or stable CAD gives a good representation of patients seen
in all-day clinical practice. To our knowledge, it represents one
of the largest populations of patients with coronary heart
disease and no previous glucose disturbances, in whom both
FPG and post-challenge glycaemia were tested.15

Overall prevalence of glucose disturbances
Our data confirm the observation by Norhammar et al3 that
previously unknown AGR is common in patients with acute
myocardial infarction and extend it, revealing a similar
proportion of newly discovered AGR among patients with
stable CAD. Studies on the actual prevalence of subclinical
hyperglycaemia in patients with CAD rarely include an OGTT. A
similar proportion of 18% of cases with unknown diabetes was
disclosed by OGTT in patients scheduled for coronary angio-
graphy,16 whereas the 19% prevalence of raised FPG
(>6.1 mmol/l) in our cohort matches the 20% found in the
Bezafibrate Infarction Prevention Study.17

The glucose disturbances seem to be twice as common in
patients with CAD as in the general population.2 15 18 The
frequency of FPG in the diabetic range (>7.0 mmol/l) among
patients with CAD was not much different from that in the
general population in the DECODE Study (5% and 4%),
whereas the 2-h post-load hyperglycaemia (>11.1 mmol/l)
was much more common (16% and 4%, respectively; fig 2).

Figure 2 Fasting (FPG) and post-load plasma glucose in patients with
coronary artery disease and no previously known glucose disturbances
(n = 1867). Values on the x and z axes represent FPG and 2-h post-load
venous plasma glucose (mmol/l) taken at the time when oral glucose
tolerance test was performed and the patient was in a stable clinical
condition. The y axis represents number of patients. The categories of FPG
on the x axis correspond to the American Diabetic Association (ADA) 2004
criteria, whereas the categories on the z axis represent the criteria for the
2-h post-load glucose according to the World Health Organization (WHO)
criteria. The middle bars along the z axis show patients with impaired
fasting glucose according to the ADA 2004 criteria divided into two parts:
the lower (grey) part represents patients with fasting glycaemia 6.1–
7.0 mmol/l (impaired fasting glycaemia according to the WHO or the
ADA 1997 classifications). The upper (white) part includes patients with
FPG 5.6–6.1 mmol/l, transferred to the category of impaired fasting
glucose, when the cut-off for normal fasting glucose was lowered by ADA
from 6.1 to 5.6 mmol/l in 2004.

Table 3 Glucose regulation predicted by logistic regression

OGTT

Ordinal logistic regression algorithm

Row totalNGR IGR Diabetes

NGR 294 (63.0) 173 (37.0) 0 467 (47.2)
IGR 142 (40.7) 198 (56.7) 9 (2.6) 349 (35.2)
Diabetes 26 (14.9) 88 (50.6) 60 (34.5) 174 (17.6)
Total 462 (46.7) 459 (46.3) 69 (7.0) 990 (100.0)

IGR, impaired glucose tolerance; NGR, normal glucose regulation; OGTT, oral glucose tolerance test.
Including fasting plasma glucose, age, high-density lipoprotein cholesterol and glycated haemoglobin A1c (logistic
regression only).
Data are presented as counts and row per cent (%).
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The overall prevalence of IFG, as defined by the WHO
(>6.1 mmol/l) or ADA 2004 (>5.6 mmol/l) criteria, was found
in 15% and 31% in the present cohort, respectively, which
corresponds to reports from the Inter99, Paris Prospective or the
NHANES populations. The prevalence of IGT did, however,
differ strikingly, with 36% among surveyed patients with CAD
compared with 13%, 12% and 8% in the above-mentioned
populations.18

The inter-relation between IGT and future cardiovascular
mortality and morbidity compared with IFG was first shown by
the Funagata Diabetes Study.19 Abnormal glucose tolerance was
an independent determinant of long-term outcome in patients
treated with coronary angioplasty.20 Recently, the Glucose
Tolerance in Patients with Acute Myocardial Infarction Study
showed that newly detected abnormal glucose tolerance in
patients with an acute myocardial infarction is a strong
prognostic predictor during long-term follow-up.5 The impor-
tance of an early and appropriate recognition of the glucometa-
bolic state in patients with CAD is underlined by its effect on
the clinical course and thereby patient management. It is
possible to interfere with the decline of glucose homoeostasis
and prevent patients with IGT from progressing to diabetes
mellitus using lifestyle or pharmacological interventions.21 22

Awareness of the actual glucometabolic state in patients with
CAD should contribute to a more aggressive risk factor
control.23 That metabolically active treatment modalities may
improve the prognosis of patients with cardiovascular disease
and AGR is indicated by the Study To Prevent NIDDM24 and the
PROspective pioglitAzone Clinical Trial In macroVascular
Events trials.25

Diagnostic criteria
The use of both FPG and post-challenge glycaemia for patient
evaluation enabled a comparison of the different classification
modalities, with FPG strongly encouraged over an OGTT by
ADA.7 8 The degree of disagreement between ADA and WHO
criteria was the same whether patients entered the cardiology
centres on acute or elective basis. Even if the reproducibility of
FPG is higher than that of the 2-h post-challenge levels, the
reproducibility of recognising newly diagnosed diabetes was
virtually identical for the ADA and WHO criteria, 77% and 74%,
respectively.26 27 Moreover, weighted k, expressing the chance-
corrected proportional agreement between the outcome of
OGTT and classification not based on postprandial glycaemia,
was relatively low.

If only FPG had been used for glucometabolic evaluation,
45% of patients with diabetes shown by an OGTT and 73% with
IGT would have remained undiagnosed according to the ADA
1997 criteria.7 Applying the updated ADA criteria,8 these
proportions would have been lower, but still substantial, at
29% and 57%, respectively. The overall concordance between
IFG (ADA) and IGT (WHO) increased from 5% to 11% by
changing the definition of normal FPG from ,6.1 to
,5.6 mmol/l. Despite this improvement, glucose disturbances
would have remained undetected in 21% of all patients with an
isolated IGT (fig 2). A new category of patients with FPG
concentrations between 5.6 and 6.1 mmol/l, comprising 8% of
all patients, would have been classified as prediabetic, creating
a potential problem, as their risk of developing diabetes and
cardiovascular complications remains unknown. Accordingly,
the ADA 2004 criterion evokes concerns by logistic and medical
reasons.28 29 Moreover, 2-h post-load glycaemia was shown to
be a more sensitive predictor for cardiovascular outcomes than
FPG.19 29 30 The prognostic potential of the new ADA criterion
should therefore be further evaluated before it is generally
adopted as an appropriate assessment tool for glucometabolic
evaluation of patients with CAD.

Classification without OGTT
Several routine measurements were reported in the survey
records, enabling a test of their feasibility for estimation of the
glucometabolic state. The best potential predictors were HDL-C,
waist circumference and HbA1c, which were included in the
statistical models adjusted for age. Considering a misclassifica-
tion rate of 44%, the ordinal logistic regression model was not
helpful. Thus, an OGTT is still required for appropriate
glucometabolic characterisation.

Limitations
The prospective recruitment of patients seen at a large number
of European cardiology centres was an advantage, mirroring
all-day practice. Adherence to the volunteer protocol was,
however, incomplete, with 1495 eligible patients having not
undergone an OGTT and having a somewhat restricted
availability of HbA1c samples. The main reason was that
ethical permits to perform an OGTT were not issued in some
countries. Another but considerably less prevalent reason was
technical obstacles experienced in the cardiology care setting
for these not-as-routine experienced measures. Finally, some
patients did not undergo an OGTT because of overt fasting
hyperglycaemia that was considered sufficient to establish the
diagnosis of diabetes (n = 84; 7.3%). Overall, the patients who
did not undergo an OGTT were somewhat older and more often
women. They had a higher waist circumference, higher HbA1c
values and were more often diagnosed with heart failure
(table 2). Any of these features indicate an increased likelihood
for having diabetes or impaired glucose regulation. Thus, we
can assume that if OGTT would have been tested in all eligible
patients, the overall prevalence of AGR would, if anything, be
higher than that reported in 1867 patients in whom OGTT was
performed. This does not constitute any major concern for the
present results, as it is unlikely that diagnostic accuracy would
have been different in patients who were not tested.

Ninety six per cent of the population studied was of
Caucasian ethnicity. Thus, the results may not apply directly
to people of other origins, in particular Asian or Black
populations, in whom the prevalence of diabetes is known to
be higher.

CONCLUSIONS
FPG, regardless of the criteria used to define normality, does
not allow a correct recognition of a substantial proportion of
people with AGR among patients with CAD. This report will
hopefully contribute to a change in clinical practice towards
appropriate evaluation of the metabolic state, which presently
has to be based on an OGTT, and promote its use so that it will
be considered as natural as measuring blood cholesterol.
Glucose perturbations carry important prognostic information,
and knowledge on this may serve as a platform for improved
patient management.
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